A 47-year-old woman was admitted to hospital for investigation of abdominal pain and finger clubbing. She gave a 10-year history of constant, severe pain in all areas of the abdomen, unrelieved by any posture, dietary manipulation or any therapeutic agent. There was no associated vomiting, jaundice, bloating or flatus. She reported long-standing difficulty in defecation since youth. Her clubbing had been present for seven years, but had become more severe during the past three. She complained of a constant burning in the fingertips and difficulty in performing fine motor tasks. She was married and had three healthy teenaged children. She smoked three cigarettes a day, but took no alcohol. Past medical history was positive for low back pain six years previously. She had undergone a laminectomy at that time.
abdomen and pelvis, magnetic resonance imaging of the liver, malabsorption studies, electrocardiogram and urine culture. Positive findings were a benign colonic polyp and mild nonspecific ileitis in one of several biopsy specimens. The latter finding was not, in isolation, felt to be diagnostic of inflammatory bowel disease or any other discrete disease entity. Since the discovery of her clubbing, she had been seen by a number of medical specialists, including gastroenterologists and pulmonologists, and she had had serial chest x-rays, echocardiography, fibreoptic bronchoscopy and blood cultures, all of which were negative. Her medications on admission were diazepam 40 mg daily, hydrochlorothiazide 25 mg daily and domperidone 40 mg daily. In addition, she had been given frequent intramuscular injections of meperidine 50 mg at a peripheral hospital in the days leading up to transfer.
Physical examination showed her to be 165 cm tall and to weigh 48 kg. Her cardiovascular system showed no abnormality. Her lung fields were clear. There was no adenopathy, and neurological examination was normal. Palpation of the abdomen resulted in great discomfort, although it was not possible to determine whether this was particularly so in any given area. There was no hepatosplenomegaly or other mass. Rectal examination was normal. Laboratory investigations consisted of a blood count with differential, chemical profile, thyroid stimulating hormone, clotting studies and liver function tests, all of which were normal. A psychiatrist failed to find evidence for a psychogenic basis for the symptoms. An exploratory laparotomy, performed as a diagnostic procedure of last resort, failed to yield a diagnosis.
During yet another consultative interview, the patient admitted to having used a herbal laxative tea preparation for more than 30 years. She believed this to be a nonpharmacological means of aiding satisfactory bowel actions, and had not thought to mention it when asked about her medication use previously. The compound (Bekunis) contains 2.5% Tinvelly Senna (sennosides A and B) by weight. In the absence of any other apparent cause, a putative diagnosis of clubbing secondary to senna abuse was made. Eleven months later, she had reduced the quantity of this preparation that she ingests, but was unable to discontinue it entirely. Her clubbing persists, as do her symptoms.
DISCUSSION
Clubbing secondary to sennoside abuse was first reported in 1975 (1). Several others have reported similar findings, but in each case the patients concerned were using pharmacological preparations of senna to huge excess (Table 1) . We believe that this is the first report of this phenomenon being due to a herbal compound. Our patient's circumstances were not dissimilar from those in other reports: all are females, with protracted histories of abdominal complaints not amenable to sophisticated diagnostic techniques. In each case, the discovery of clubbing caused medical attendants to intensify the search for an organic diagnosis. If sennosides are stopped, the clubbing disappears, but in many cases, the desire to continue the herbal compound is overwhelming.
The mechanism by which clubbing might result from sennoside abuse is unclear. Dickinson (2) has proposed a unifying theory of the etiology of clubbing, in which the local tissue hypertrophy results from the deposition in the fingertips of megakaryocytes (MK) and platelet clumps. MK are abundant in venous blood, but are normally fragmented by the passage of blood through the pulmonary capillaries. They are postulated to release platelet-derived growth factor (PDGF) in high concentrations when they become trapped in the capillaries of the fingers and toes. It is hypothesized that the heterogeneous group of diseases that are associated with clubbing facilitate the arrival of increased numbers of MK and platelets at the distal capillaries, by creating either a route for venous blood to bypass the pulmonary vascular bed, such as in cyanotic heart disease with right-to-left shunting, or a nidus of platelet clumps, which can then break off and flow distally, as in the case of bacterial endocarditis. Anthraquinone laxatives exert their therapeutic effects by an unknown mechanism (3). If Dickinson's hypothesis is true, one is forced to consider how these drugs might facilitate an increased number of platelets and MK in the capillaries of the fingertips. Possible mechanisms include an increased production of MK, impairment of the MK degradation system in the lung, shunting of blood past the pulmonary capillaries, an increase in platelet adhesiveness or an increased production of PDGF by MK. Anthraquinones are known to cause an increase in capillary diameter in enterocytes (4), and increased concentrations of vasodilatory mediators, including prostaglandin E2 and serotonin, are demonstrable in enterocytes that have been exposed in vivo to high concentrations of these drugs (3) . Perhaps an analogous situation occurs in the pulmonary capillaries at the same time. Enterocyte platelet activating factor levels were not raised after chronic senna exposure in one rat study, but systemic levels were not measured (5) . There are no data regarding the direct or indirect effects of the anthraquinones on platelet function or vascular tone outside the gastrointestinal tract.
Clubbing of the fingers remains a sign associated, in the vast majority of cases, with organic disease. Only when sinister pathology has been carefully excluded can the search for more obscure etiologies be undertaken. This case served to remind us of the fundamental importance of meticulous history-taking in cases of diagnostic difficulty.
